Introduction
Microtubules exhibit fascinating dynamic behavior and cycle through stages of gradual polymerization and rapid depolymerization (Kristofferson et al., 1986; Mitchison and Kirschner, 1984) . This dynamic instability is vital to cellular function as it enables microtubules to occupy, or visit, a greater volume of the cell interior (Holy and Leibler, 1994) . Microtubule dynamics are critical to intracellular transport and cell motility, and their dysfunction can play a significant role in cellular degeneration and, ultimately, necrotic cell death. Microtubules are formed and stabilized by the polymerization of tubulin and the binding of a variety of microtubule-associated proteins, including tau. In addition, post-translational modification of tubulin, including acetylation, glutamylation, glycation, phosphorylation and tyrosination, could also affect microtubule function (Perez et al., 2009; Smith et al., 1994 Smith et al., , 1997 . In Alzheimer's disease (AD) neurons, the hyperphosphorylation of tau results in the formation of neurofibrillary tangles thus depleting stores of available tau, the major microtubule stabilizing protein for neurons (Buee et al., 2000; Gallo, 2007; Li et al., 2007; Marx, 2007) . Microtubules are significantly reduced Progress in Neurobiology 92 (2010) [478] [479] [480] [481] [482] [483] 
